However, The MoA and mechanism of resistance for this compound were unclear. 53 The MoA of another class of negative strand RNA virus nucleoprotein inhibitors, aryl 54 piperazine amides such as nucleozin, is through inducing nucleoprotein aggregation 55 and altering its localization in the influenza virus-infected cells (14) (15) (16) qRT-PCR protocol above and normalized as released viral RNA copy number/ ml.
121
RNP assay. The cell extracts enriched in RSV RNP complex were prepared were analyzed using the Biacore T200 Evaluation Software V 2.0.
RESULTS

179
Cell-line dependent RSV inhibition. The anti-RSV activity of RSV604 was 180 examined in a 3-day RSV A2 infection assay using several cell lines (Fig. 1A-B analysis after 2-24 h culture in the assay media containing 10 µM RSV604 (Fig. 1C) . ( Fig. 5A-B) . However, it abolished the infectivity of the released virus, similar to its 243 effect in HeLa cells (Fig. 5C ). These data suggested that the ability of RSV604 to 244 inhibit viral RNA synthesis was cell line-dependent, which largely determined its 245 potency under the assay conditions. Whereas its ability to reduce virus infectivity 246 appeared to be independent of cell types. inside the infected cells, as previously described (Fig. 6-) significantly reduced the viral protein expression in HeLa cells (Fig. 6A) . In contrast,
255
RSV604 did not inhibit viral protein expression in BHK-21 cells (Fig. 6B ), consistent 256 with its lack of inhibition of viral RNA synthesis in this cell line ( Fig. 1 and 5 ).
257
Whereas AZ-27 reduced F, N and M2-1 expression in both cell types, as expected 258 (Fig. 6) . Interestingly, although RSV604 impacted the assembly and release of 259 infectious virus particles (Fig. 4-5 ), no effect on viral protein distribution/localization 260 was detected in the infected cells ( 
